Case Presentation
The patient, who lives in Bogotá-Colombia, diagnosed with early RA at 56's with 6 months history polyarthritis at the time of consultation and without other significant medical history. During her first visit in June of 2005 she was included in the protocol of early arthritis at the Universidad Nacional de Colombia, where tests was performed: ESR 32 mm/h, CRP 1.0 mg/dL, RF 60.1 U/mL (0 -30 U/mL, by Nephelometry), ACPA 6.4 
Discussion
Calcinosis cutis is characterized by the deposition of insoluble calcium salts in the skin and subcutaneous tissue and is the result of local tissue damage, with levels of calcium, phosphorus, vitamin D and normal parathormone. It is classified into 5 groups: dystrophic, tumor, metastatic, idiopathic and iatrogenic [1, 2, 3] . In Dystrophic Calcinosis, tissue damage predisposes to precipitation of calcium salts at the extra skeletal. Is clearly unknown what factors predispose this local precipitation but could be considered that the calcium/phosphorus ratio is increasing extracellular fluid associated with local inflammatory factors that facilitate the development this illness.
From the pathophysiological point of view the DC occurs in tissues which have somehow had a change that promotes calcification although there is, in theory, a normal level of calcium and phosphorus. Factors that promote calcification have been described and are often found in patients with rheumatic diseases such as hypervascularity with secondary hypoxia, tissue structural damage, and tissue changes associated with age. However, it is important to consider the role of local inflamematory activity specifically mediated by macrophages and cytokines related to this (IL1-β, IL6, TNF-α), which found elevated locally at the site of calcinosis and less frequently in systemic levels (IL1-β) [4] . It has also been shown that at mitochondria level, an unusual increase of calcium salts and phosphate is observed, forming crystal deposits, tissue necrosis, foreign body reactions and fibrosis, generating an acidic microenvironment that interferes with endogenous inhibitors of calcification [3] [4] [5] .
Other factors that become important for being therapeutic targets are the high levels of Calcium-Binding Amino Acid (CBAA) and the Gamma Carboxy Glutamic Acid (GCGA), modified from the pharmacological point of view by warfarin, with clinical improvement after decreasing its concentration at the site of calcinosis [6] .
Dystrophic Calcinosis (DC) is the most common form of calcinosis cutis. This almost always in association with inflammatory diseases such as connective tissue diseases like dermatomyositis, juvenile dermatomyositis, Systemic Sclerosis, Systemic Lupus Erythematosus, mixed connective tissue disease and a lesser extent, with unknown explanation, in polymyositis [4, 5] . As for the relationship between DC and RA, their concomitance is extremely rare, to date, there are only two reported cases of DC, both in buttocks [6, 7] , but no information on these cases involving hands and feet. Also, the association with SS is exotic, with one case reported in the literature [8] .
With regard to treatment, there is no drug that has shown strong effectiveness in the management of patients with DC, but some drugs have shown mild pharmacological effects that may help somewhat to control the disease like warfarin, colchicine, probenecid, bisphosphonates, diltiazem, aluminum hydroxide, minocycline, intralesional corticosteroids, surgery and CO 2 laser [2, 4] .
Conclusion
In conclusion, we present the first case of DC of the hands and feets in a patient with RA (the third case associated with this disease) simulating articular activity and the second case associated with SS. There are no evidence of another CTD that explains this manifestation. The objective of presenting this case is to inform the association described as an unusually rare even more mimicking RA activity and that despite the medical knowledge, we have not been able to figure out the pathogenesis or the treatment of DC.
